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p r i a t e leukocytosis and n e u t r o p h i l i s were present. Serum immunoglobulin l e v e l s were normal. a s were antibody t i t e r s t o blood group and typhoid antigens. Class s p e c i f i c f l u o r e s c e n t antibody t i t e r s t o autologous meningococci, b a c t e r i c i d a l a n t ibody, and antibody t o meningococcsl p r o t e i n a n t i g e n were elevated. There was a complete lack of serum hemolytic complement a c t i v i t y due t o absence of t h e s i x t h component (C6). C3 was t r a n s i e n t l y depressed i n a s s o c i a t i o n with a disseminated coagulopathy; C8 l e v e l s were 113 of normal; t h e remaining components were comparab l e t o reference a e r s . Complement mediated opsonization of zymosan was normal, a s was polymorphonuclear leukocyte k i l l i n g of opsonized 5. aureus and E. &. The e a r l y a c t i n g components of t h e a l t e r n a t i v e complement pathway were f u n c t i o n a l l y i n t a c t . T and B lymphocyte numbers and response t o mitogena was normal. No coagulation d e f e c t s were demonstrable. The p a t i e n t ' s mother and uncle had half normal l e v e l a of C6. The two previously reported casea of C6 deficiency had r e c u r r e n t N. gonorrhea and meningitidk, i n f e c t i o n s r e s p e c t i v e l y , underscoring t h e s i g n i f i c a n c e of t h i s l a t e com lement com onent i n host defense againstNeisserias?ecies. I n previous i n v i t r o s t u d i e s , we noted t h a t immune complexes prepared i n antibody excess and exposed t o e v e r t e d g u t s a c s cons i s t e n t l y stimulated excessive mucus r e l e a s e . I n t h e present study, t h e e f f e c t of immune complexes on mucus r e l e a s e was invest i g a t e d i n i n t a c t r a t s . Complexes (bovine serum albumin (BSA)-r a t anti-BSA antibody) formed i n two-fold antibody excess were i n j e c t e d a t lsparotomy i n t o t h e duodenum of normal r a t s . Rats i n j e c t e d with BSA o r p u r i f i e d anti-BSA antibody served a s cont r o l s . I n comparison t o the c o n t r o l s , t h e r e was a marked inc r e a s e (P <0.01) i n percentage of disrupted g o b l e t c e l l s (an index of mucus r e l e a s e ) i n segments from t h e i n t e s t i n e of r a t s exposed t o immune complexes i n vivo. S i m i l a r l y , t h e r e was a s i g n if i c a n t i n c r e a s e i n r a d i o l a b e l l e d (~a~~~S 0 4 ) mucus released i n t o i n t e s t i n a l contents, r i n s e and mucosal homogenate f l u i d s from r a t s exposed t o immune complexes compared t o those from r a t s exposed t o BSA (p i0.001) o r p u r i f i e d r a t anti-BSA antibody ( p < 0.001) alone. Cholera toxin, used a s a p o s i t i v e c o n t r o l , a l s o produced a s i g n i f i c a n t i n c r e a s e i n percentage of disrupted goblet c e l l s and i n r a d i o l a b e l l e d mucus r e l e a s e i n t o each of t h e f l u i d s t e s t e d . These f i n d i n g s s t r o n g l y suggest t h a t immune complexes can s t i m u l a t e mucus r e l e a s e i n i n t a c t r a t small i n t e s t i n e ; enhanced r e l e a s e of mqcus may have an important r o l e i n c l e a r i n g t h e i n t e s t i n e of immune complexes formed on t h e s u r f a c e . (Supported i n p a r t by USPHS g r a n t s ) . Alternate pathway complemant a c t i v a t i o n and matabolic responsiveness of polymorphonuclear laukocytea (PHNs) were s t u d i e d i n e i g h t premnture neonates. g e s t a t i o n a l age 27 t o 36 wlrs.. by c h e w iluoinescence (CL) assay. Zymwm, a y e w t cell w a l l fragment k n m t o a c t i v a t e a l t e r n a t s pathway, w u w e d u t h e phasocytosa b l e p a r t i c l e following opaoniration by nsonatml o r a d u l t msrum. I n t h e presence o f a d u l t opsonins both n e o n a t a l m d a d u l t Pt% gave comporabla CL responses. However, i n t h e presence of won a t a l opeoninn, a marked reduction i n CL response by neonatal o r a d u l t PKNs resulted.
Cranulocyta 
---
The r e s u l t s suggest t h a t neonatal PEINs e x h i b i t normal i n c r e u e r i n oxidative matabolism ( M r e f l e c t e d by CL responses) following the i n i t i a t i o n of phagocytosis, b u t t h a t n e o n a t a l serum is markedly d e f i c i e n t i n its a b i l i t y t o generate opsonins v i a a l t e r n a t e pathway. This deficiency may c o n s t i t u t e an important daterminaut i n t h e p r e d i s p o s i t i o n of premature neonates t o s e p s i s . Supported by WVU Senate and I n s t i t u t i o n a l g r a n t s and NIH Training grant W7039-02. Activation of the terminal C' components, C3-9,plays an important role in host defense against infection. The following study was performed in order to determine if the activation of C3-9 is normal in newborn sera. E coli, isolated from newborn blood or CSF, were incubated in sera at 31° for 30 min and the percent of available C3 that was activated was measured. Using one strain of E coli, 32%(mean) of the C3 was activated in sera from 18 newborns, as compared to 858 in sera from their mothers and 7 9 % in sera from 1 3 normal adults (P<.005). In contrast, using another strain of E coli, the percent of C3 activated in newborns(83%) was the same as in their mothers (81%) or in normal adults (73%). The inability of some E coli to activate C3 in newborn sera was unrelated to the presence of the K1 antigen; in studying 7 additional strains some K1 positive strains activated C3 in newborn sera while some K1 negative strains did not. The defect in newborn sera appeared to be due to a deficiency of a serum component(s) rather than to the presence of an inhibitor.
DEFECTIVE ACTIVATION OF THE TERMINAL COMPLE-

MENT (C'
Thus, activation of the terminal C' components in newborns is defective when tested with some, but not a l l , strains of E coli. However, the defective activation is not related to the presence of the K 1 antigen.
